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LETTERS TO EDITOR

A Red Flag for Community-
Acquired Pneumonia in the 
Elderly

Sir,
Advanced age is associated with defects in innate and 
adaptive immunity, called immunosenescence.[1] As a result, 
apparently immunocompetent patients become susceptible 
to many opportunistic infections.[2] The clinical features 
of  sepsis are distinct in elderly individuals. We describe 
an elderly female patient who presented with community-
acquired pneumonia, which posed a considerable diagnostic 
challenge, leading to significant delay in appropriate 
intervention. 

An 84-year-old Caucasian female presented with 
nonproductive cough, decreased appetite, and malaise of  
2 months’ duration. She was initially diagnosed as right 
middle lobe pneumonia and had received three courses of  
antibiotics. However, her symptoms continued to worsen 
and she required 5 liters oxygen via nasal cannula. She had 
no history of  fevers, chills, night sweats, weight loss, or skin 
rash. She had past history of  hypertension, hyperlipidemia, 
and chronic atrial fibrillation. 

Initial laboratory data demonstrated elevated calcium 
with 1,25-dihydroxyvitamin D3, parathyroid hormone, 
parathyroid-related peptide, serum M-protein, and 
angiotensin-converting enzyme level. All primary relevant 
microbiology evaluations were normal. A computerized 
tomography (CT) scan of  the chest showed partial collapse 
and consolidation of  the right middle lobe, and a 15-mm 
cavitary lesion situated inferiorly [Figure 1]. 

The patient underwent bronchoscopy with normal airway 
examination, and bronchoalveolar lavage (BAL) and 
transbronchial biopsies (TBBx) were performed from 
the right middle and lower lobes, respectively. The BAL 
cultures were negative. The TBBx demonstrated interstitial 
pneumonitis with histiocytic infiltrates and vaguely formed 
non-necrotizing granulomas [Figure 2a and b]. The 
hematoxylin-andeosin (H&E) and Gomori’s methenamine-
silver (GMS) stains showed several yeasts morphologically 
consistent with Histoplasma species within the cytoplasm of  
the infiltrating histiocytes [Figure 3a and b]. The patient’s 
serum fungal battery for histoplasma antibody and urinary 
histoplasma antigen were later reported as positive. Therapy 
with intraconazole was initiated for the diagnosis of  acute 
diffuse histoplasmosis. Her symptoms improved remarkably, 
and her oxygen was weaned down. A follow-up chest X-ray 
at 8 weeks showed complete resolution of  the lesion.

Figure 1: CT scan of chest at admission showing consolidative 
lesion in right middle lobe

Figure 2: (a) Transbronchial biopsy showing focal interstitial 
pneumonitis(black arrow), H&E, 4× (b) Infiltrating histiocytes with 
vague non-necrotizing granuloma formation with a multinucleated 
giant cell (arrow)shown H&E, 10× 
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Figure 3: (a) Transbronchial biopsy showing foamy histiocytes 
(black arrow) in association with the interstitial pneumonitis and 
ill-formed non-necrotizing granulomas, H&E, 20× (b)  Histoplasma 
yeasts within the macrophages (black arrow), GMS stain, 20×
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Histoplasma capsulatum is the most common endemic mycosis in 
the US.[3] The lungs provide a portal of  entry for this fungus. 
Acute histoplasmosis is often self-limited, and the symptoms 
are usually mild in immunocompetent hosts. Ledke et al. 
noted certain age-related differences in the characteristics 
of  histoplasmosis.[4] The asymptomatic presentation, acute 
histoplasmosis, chronic cavitary lesion similar to mycobacterial 
tuberculosis, and absence of  hilar lymphadenopathy 
are more common in the elderly population.[4] Chronic 
progressive histoplasmosis, also commonly described in the 
elderly population, manifests with minimal symptoms but 
electrolyte abnormalities. Histoplasmosis characteristically 
causes necrotizing granulomatous inflammation, 
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leading to hypercalcemia, which is less likely to occur in 
immunocompromised individuals.

Treatment is indicated in the elderly with acute pulmonary 
histoplasmosis if  symptoms persist for longer than a month 
or in case of  a severe disease burden.[5] This infection is 
commonly treated with itraconazole in the elderly and not 
amphotericin, given the risk of  nephrotoxicity.[4,5] Chronic 
progressive pulmonary histoplasmosis should be treated, 
even if  it is minimally symptomatic.

The clinical outcome of  fungal infections is also likely to 
be worse in elderly patients because they are less able to 
cope with the burden of  endemic mycosis, owing to age-
related changes in innate and adaptive immunity. A high 
index of  suspicion should be harbored for acute pulmonary 
histoplasmosis in elderly patients presenting with atypical 
features of  community-acquired pneumonia. 
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The Role of Procalcitonin 
Levels in Assessing the 
Severity of Clostridium Difficile 
Infection

Sir,
Clostridium difficile-associated disease (CDAD) is the most 
recognized cause of  healthcare-associated infectious 
diarrhea and a major cause of  morbidity and mortality 
in hospitalized patients.[1,2] Clinical manifestations range 
from mild or moderate watery diarrhea to fulminant, 
pseudomembranous colitis.[3] Because of  the heterogeneous 
presentation of  CDAD, early identification of  severe 
illness may be crucial in the institution of  prompt and 
proper management.[4,5] There is a paucity of  research on 
biomarkers for the diagnosis for CDAD.[6] Procalcitonin 
(PCT) is a Food and Drug Administration (FDA)-approved 
biomarker that is produced by numerous cells in the 
body, specifically in response to bacterial infections (i. e., 
pneumonia and sepsis).[7,8] Its role in the identification of  
severe CDAD has not been validated.[9,10] This analysis was 
conducted in order to evaluate the role of  PCT levels as a 
diagnostic adjunct in the identification of  severe CDAD.

A retrospective chart review was conducted in two inner 
city hospitals in New Jersey. All patients > 18 years of  age 
admitted between January 1, 2011 and August 2012 who were 
diagnosed with CDAD were eligible. CDAD was defined 
as having diarrhea (i. e., more than watery stools/24 h) plus 
a positive Clostridium difficile stool assay (positive enzyme 
immunoassay for toxin A/B test or polymerase chain 
reaction (PCR) test). Only patients who had a PCT level 
drawn within 24 h of  confirmation of  CDAD were included. 
The following data were collected: A. Markers of  CDAD 
severity — white blood cell (WBC) count, serum creatinine, 
serum albumin, temperature, and blood pressure. b. Risk 
factors and other variables — age, gender, residence in a 
nursing home, concomitant suspected or confirmed acute 
bacterial infection, and Charlson comorbidity score. Severe 
CDAD was defined as presence of  CDAD plus any one of  
the following: WBC > 15,000 cells/ml, fever (temperature > 
38.2°C), and 50% increase in serum creatinine from baseline 
or hypotension (systolic blood pressure (SBP) < 90 mmHg 
or mean arterial pressure (MAP) < 60).

Logistic regression analysis was done to determine the 
association between severe CDAD and PCT, as well as the 
risk factors. Receiver operating characteristic (ROC) curve 
analysis was done to determine the best cutoff  point for 
PCT. [Figure 1] Fifty-three patients were included in the 

nitin
Rectangle


